SUMMARY Using the fluorescent treponemal antibody-absorption (FTA-ABS) test and the solid phase haemadsorption assay (SPHA) Treponema pallidum-specific IgA was found in the cerebrospinal fluid (CSF) of patients with neurosyphilis but not in those with late latent syphilis. The presence of Tpallidum-specific IgA in the CSF may inhibit the antitreponemal activity of IgG and thus play some part in the pathogenesis of neurosyphilis.
Introduction
The occurrence of Treponema pallidum-specific immunoglobulins has been studied extensively during recent years and serological methods for the diagnosis of syphilis have become both specific and easy to perform. Since the development of the solid phase haemadsorption assay (SPHA) for the routine demonstration of Tpallidum-specific 19S-IgM, even syphilitic reinfection can be easily diagnosed serologically and treatment failures can be detected.
Little is known about the presence and quantitative distribution of T pallidum-specific immunoglobulins in the cerebrospinal fluid (CSF) of patients with neurosyphilis. The present study was performed to investigate these specific immunoglobulins (Ig) A and G in the CSF of patients with neurosyphilis and of those with late latent syphilis without involvement of the central nervous system (CNS). (table III) . IgA was consistently present in the CSF of the patients with neurosyphilis (mean titre, 2 0) but could not be detected in the CSF of those without neural involvement (table III) .
Discussion
This study demonstrates differences in the distribution of CSF immunoglobulins in patients with neurosyphilis and in those without evidence of neurosyphilis. T pallidum-specific IgA in the CSF may indicate syphilitic involvement of the CNS.
The origin of CSF-IgA in patients with neurosyphilis has not yet been clarified. Since in this study IgA was detected in the CSF as well as in the serum at comparatively high titres, it may be transferred passively from the serum to the CSF or be produced in the CNS in close proximity to the CSF or both.
At first glance the presence of immunoglobulins in an infectious disease leads one to assume that increased immune defence mechanisms are operative against the causative micro-organism. In 
